The definition of BPD in the Diagnostic and Statistical Manual of Mental Disorders (DSM), Fifth Edition (DSM-5; APA 2013), Fourth Edition Text Revision (DSM-IV-TR; APA 2000), and Fourth Edition (DMS-IV; APA 1994) comprises nine criteria that cover the features mentioned above. At least five criteria should be met for a definite categorical BPD diagnosis to be made, and four criteria for probable diagnosis (see Appendix 1) . In the alternative diagnostic classification system of the World Health Organization (WHO), the International Classification of Diseases, which is currently in its tenth edition (ICD-10; WHO 1993) , the relating condition is referred to as "Emotionally unstable personality disorder (F60.3)", of which there is an impulsive type (F60.30) and a borderline type (F60.31; see Appendix 2) . The latter essentially overlaps with the DSM-IV definition. There are 10 possible criteria defined, which very closely reflect the DSM criteria, with the exception of one criterion not included in DSM ("4. Difficulty in maintaining any course of action that offers no immediate reward"; WHO 1993). Out of 10 possible criteria at least five must be met, one of which must be "a marked tendency to quarrelsome behaviour and to conflicts with others, especially when impulsive acts are thwarted or criticised". The prevalence of BPD in the general population is about 1.5% (Torgersen 2012) . In clinical populations, BDP occurs frequently (Munk-Jørgensen 2010) , with studies reporting a prevalence ranging from 9.3% to 46.3% and a mean point prevalence across the studies of 28.5% (Torgersen 2012) . Though BPD is predominantly diagnosed in women (75%; APA 2000; APA 2013), it is estimated to be equally frequent in men (Lenzenweger 2007; Ten Have 2016; Torgersen 2001; Torgersen 2012) . BPD commonly co-occurs with mood disorders, substance use disorder, eating disorders, post-traumatic stress disorder (PTSD), attention-deficit hyperactivity disorder (ADHD), and is also associated with other personality disorders (Coid 2006; Lenzenweger 2007; Stepp 2012; Storebø 2014; Tomko 2014) . Suicidal behaviour is reported to occur in up to 84% of people diagnosed with BPD (Goodman 2012; Soloff 2002) , and comorbid mood disorders or substance use disorders are the most common risk factors associated with successful suicide attempts (Black 2004; Doyle 2016; Yen 2004) . Although the short-to medium-term outcome of BPD is poor, there is some evidence that long-term follow-ups show a more favourable course, with remission rates of about 85% to 88% within 10 years (Gunderson 2011b; . Here, however, remission only means that diagnostic criteria are not fulfilled and does not indicate the absence of any symptoms. Indeed, whereas acute symptoms -such as self-mutilation, help-seeking suicide threats or attempts and impulsivity -in most cases decrease with time, affective symptoms reflecting areas of chronic dysphoria, such as chronic feelings of emptiness, intense anger or profound abandonment, largely remain . Therefore the majority of people with BPD still have significant levels of symptoms and experience severe and persistent impairment in social functioning (Kongerslev 2015; Ng 2016) . Risk factors for a poorer, long-term outcome are comorbid substance use disorders, PTSD, and anxiety cluster disorders (Zanarini 2005; , as well as a family history of psychiatric disorder (especially mood disorders and substance use disorders), demographic issues such as older age, longer treatment history, pathological childhood experiences, temperament issues and adult psychosocial functioning (Chanen 2012; De Fruyt 2014; Kongerslev 2015; . It is estimated that about 60% to 78% of people diagnosed with BPD attempt suicide (Links 2009), though the rate of completed suicides is far less. Zanarini and colleagues found suicide rates of 4.5% during a 16-year follow-up (Zanarini 2015b), whereas Stone 1993 reported a suicide rate of 8.5% after 16.5 years. Study estimates of the lifetime risk of suicide among people diagnosed with BPD range from 3% to 10% (Links 2009). People with BPD have difficulties achieving and maintaining vocational and social functioning over time (Zanarini 2010) . Furthermore, treatment-seeking people with personality disorders, such as BPD, pose a high economic burden on society (van Asselt 2007). Effective treatments could potentially decrease the high costs associated with the condition (Soeteman 2008a).The problem of deliberate self-harm is also a particular issue within this group (Ayodeji 2015; Kongerslev 2015; Linehan 1997; Rossouw 2012) . In medical settings, people diagnosed with BPD often present after self-harming behaviour or in suicidal crisis and are treated in emergency settings, often involving repeated psychiatric hospitalisations (Cailhol 2015) . In summary, BPD is a condition that has been extensively studied. It has a major impact on health facilities as those affected often present in crisis. Recovery from symptoms or functional impairment (or both) was previously considered likely for only a low percentage of people diagnosed with BPD. However, the long-term course, in terms of symptomatic recovery, is favourable (Zanarini 2012). Nonetheless, people diagnosed with BPD continue to have considerable interpersonal and functional problems, and sustainable recovery appears difficult to attain (Biskin 2015; Kongerslev 2015; Rossouw 2012) .
Description of the intervention
About three quarters of people with BPD present to mental health care professionals (Tomko 2014), and they are even more likely to do so than people with mood, anxiety, or other personality disorders (Ansell 2007). Most will receive psychological interventions (Goodman 2010; Tomko 2014) , and often for relatively long periods of time (e.g. for a period of one year or longer) (Ansell 2007; Zanarini 2015a) . A broad range of therapies exist for BPD. The therapy can be either individual or in a group, or a combination of these two treatment modalities. As for most other mental disorders, the psychological interventions can be based on the traditional, major psychotherapeutic schools, such as psychodynamic psychotherapy, cognitive behaviour therapy (CBT) or client-centered/humanistic therapy.
In addition, several specific treatment approaches have been developed within recent decades to meet the challenges of BPD treatment (Bateman 2015). These disorder-specific approaches are usually precisely structured and manualised (Bateman 2015) . Strategies are provided for addressing interpersonal challenges, such as emotional dysregulation and impulsivity, which are core problems for people diagnosed with BPD and could lead to difficulties in forming a therapeutic alliance. Most BPD-specific psychological interventions involve multimodal therapy, treatment contracts, actively taking measures to minimise premature non-completion of treatment, providing a crisis intervention protocol and encouraging the patients' sense of agency (Bateman 2015; Clarkin 2012; De Groot 2008; Kongerslev 2015; Livesley 2012; Weinberg 2011) . They are typically highly focused on affect and the therapeutic relationship, with a relatively active therapist implementing interventions within a supportive and validating atmosphere (Bateman 2015; Clarkin 2012; De Groot 2008; Kongerslev 2015; Livesley 2012; Weinberg 2011) . Among the specific psychological interventions for people diagnosed with BPD, the most commonly used are: transferencefocused therapy (Clarkin 1999; Yeomans 2015) , mentalisationbased treatment (Bateman 2004; Bateman 2006; Bateman 2016) , dialectical behaviour therapy (Linehan 1993; Linehan 2015) , cognitive analytic therapy (Chanen 2014; Ryle 1997), schema-focused therapy (Arntz 2009; Young 2003) , and the systems training for emotional predictability and problem solving (Black 2009). Most of these treatments are designed as outpatient treatments of 6 to 24 months duration with 1-or 2-weekly individual sessions. Some also include additional group therapy sessions, inpatient or dayhospital therapeutic community treatment and psychoeducation. Broadly speaking, psychodynamic therapies aim to help their patients understand and reflect on their inner mental processes and make links between their past and current difficulties. Treatments based on CBT place emphasis on self-directed learning processes: patients are encouraged to identify their core beliefs, evaluate and modify their behaviour accordingly, and gain new experiences. Dialectical behavioural therapy (DBT; Linehan 1993) is a complex psychological therapy that was developed using some of the principles of CBT in combination with mindfulness-based and Zen-Buddhistic and dialectical thinking strategies. It aims to change behaviour and enhance the ability to tolerate difficult or painful feelings by focusing on improving skills in stress tolerance, emotion regulation, interpersonal behaviour, and mindfulness. Mentalisation-based therapy (Bateman 2004; Bateman 2016 ) is a complex psychodynamic and attachment-based psychological therapy programme that aims to increase the reflective functioning or mentalising capacity of the individual, helping the person to understand and recognise the feelings they evoke in others and the feelings they experience themselves, as well as improving the capacity for emotion regulation in interpersonal relations. Schema-focused therapy (SFT; Young 2003) draws from both cognitive-behavioural and psychoanalytic theories and helps people with BPD to identify their self-defeating core themes arising from unmet emotional needs in childhood and presenting as maladaptive coping styles in adulthood. The goal of SFT is to aid patients in getting their needs met in adaptive ways. Transference-focused psychotherapy (TFP; Clarkin 1999) strives to achieve integrated representations of self and others, modification of primitive defence operations, and resolution of identity diffusion by analysis of the transference within the therapeutic relationship. Primitive object relations, which can be polarised and split, may be transformed to advanced or mature object relations characterised by more integrated object relations. TFP relies on techniques of clarification, confrontation and transference interpretation within the relationship between patient and therapist. Cognitive analytic therapy (Ryle 1997 ) assumes that people with BPD typically experience rapid switching from one self-state to another in a dissociate manner. The aim is to work with the patient cognitively to identify procedural sequences, chains of events, emotions, thoughts and motivations to understand how a target problem (like self-harm) is established and maintained, and to identify reciprocal roles (i.e. how early experiences are replayed later in life). The systems training for emotional predictability and problem solving (Black 2009) combines group-based psychoeducation with skills training, and targets biased social cognition driven by cognitive filters or schemas. Relaxation techniques and patient education programmes will be considered their own intervention class (i.e. not CBT or psychoanalytically based), as long as they are not explicitly grounded in or taken from a specific treatment approach (such as psychoeducation according to the DBT approach, CBT, or the SFT approach, etc.).
How the intervention might work
Evidence-based psychological therapies are based on assumptions about causality, core symptoms, and maintenance of the disorder (Kazdin 2004; Livesley 2003; Livesley 2004) . The various psychotherapeutic approaches to BPD claim different mechanisms of action according to their respective models of disease causation (Huprich 2015; Livesley 2004; Livesley 2016) . However, they also contain a number of common elements that can account for why a number of seemingly different approaches appear to be effective in ameliorating BPD symptoms (Bateman 2015; Fonagy 2014; Kongerslev 2015; Weinberg 2011) , including: a clear and highly structured treatment framework; an explicit model of BPD symptomatology; a consistent focus on the therapeutic relationship, affect regulation, tolerance of emotional states, and biases in social cognition; a high priority given to self-harm and suicidal behavior; active therapists who deliver both support and validation as well as explorative and change-oriented interventions; mix of treatment formats (e.g. includes both individual and group therapy); and therapist support in the form of supervision and regular meetings. Following Weinberg 2011:
1. 'emotional dysregulation' (e.g. intense anger and affective instability) is addressed through attention to affect, including raising awareness of emotional states, their triggers, and enhancing tolerance and regulative strategies; 2. 'behavioral dysregulation' (e.g. impulsivity, self-harm and suicidal behaviours) is addressed through change-oriented interventions including, for example, challenging negative thoughts, skills training, behavioral experiments, praise, and limit setting; and 3. 'interpersonal dysfunction' (e.g. unstable relationships and stress-related paranoid ideation) is treated using interventions that enhance the social-cognitive (or mentalising) capacities of the BPD patient, through making basic and often negatively biased automatic assumptions explicit and more realistic or adaptive, and through paying attention to the establishment and maintenance of a safe and sound working alliance within the therapy sessions. There is a risk that psychological therapies might not be helpful for all patients, either due to the interventions delivered or through factors in the relationship between the patient and therapist (Kongerslev 2015; Lilienfeld 2007; Parry 2016) , and very little research has been done on this in patients with BPD. The effectiveness of the therapy depends on the skills of the therapist to create the possibility for change with each patient. There is, therefore, the added complexity that the relationship or working alliance between the therapist and the patient is itself an 'active ingredient' of the therapy and that the quality of this relationship is an important predictor of outcome (Horvath 2011; Norcross 2011). There is no guarantee that the therapy will deliver what was specified in the manual or what was investigated in a randomised clinical trial (Parry 2016). Finally, it should be noted that the highly structured treatment organisation, including regular meetings between staff to discuss patients as well as supervision and managerial support to staff, is presumably important not only for the provision of effective psychological therapy for persons diagnosed with BPD, but also in order to prevent iatrogenic harm (Hutsebaut 2012).
Why it is important to do this review
People with BPD and their family and friends experience high levels of psychological suffering. Moreover, BPD is associated with considerable social costs in terms of service use (e.g. presentation to emergency clinics due to self-harm or suicidal crises and repeated hospitalisations) and poor psychosocial functioning (e.g. inability to complete education or get/maintain a job). Against this background, identification of effective psychological therapies for BPD is important. Our review aims to provide a systematic summary of the evidence from randomised controlled trials (RCTs) in order to help people with BPD, their family and friends, mental health care workers, and policy and decision managers in general, to make informed decisions about evidence-based treatment for BPD. This is a protocol for an update of the two previous Cochrane Reviews on psychological therapies for BPD (Binks 2006; StoffersWinterling 2012) . In addition to updating the former Cochrane Reviews, our study also seeks to address some of methodological limitations of both past and current reviews (Bateman 2015; Cristea 2017; Kliem 2010) , by publishing a protocol for our review and using a broad and updated search strategy.
O B J E C T I V E S
To assess the beneficial and harmful effects of psychological therapies for people with borderline personality disorder (BPD).
M E T H O D S Criteria for considering studies for this review Types of studies

Randomised controlled trials (RCTs).
Types of participants
Patients of all ages, in any setting, with a formal diagnosis of BPD according to theDiagnostic and Statistical Manual of Mental Disorders (DSM) Third Edition (DSM-III; APA 1980), Third Edition Revised (DSM-III-R; APA 1987), Fourth Edition (DSM-IV; APA 1994), Fourth Edition Text Revision (DSM-IV-TR; APA 2000), and Fifth Edition (DSM-5; APA 2013), with or without comorbid conditions. To meet our inclusion criterion, at least 70% of study participants will have to have a formal diagnosis of BPD. We will also include studies involving subsamples of BPD patients provided that data on these patients are available separately (we will ask for separate data from trials including less than 70% BPD participants). We will not include studies that focus on people with mental impairment, organic brain disorder, dementia or other severe neurologic/ neurodevelopmental diseases, should there be any.
Types of interventions
Any defined psychological intervention, regardless of theoretical orientation (e.g. psychodynamic therapy, CBT, systemic therapy or eclectic therapies designed for BPD treatment), in any kind of treatment setting (e.g. inpatient, outpatient or day clinic), compared to:
1. unspecific control interventions/optional use such as standard care, treatment as usual (TAU) or waiting list (the first two can be combined in a meta-analysis as different forms of TAU, with a subgroup analysis investigating the statistical heterogeneity; see Subgroup analysis and investigation of heterogeneity); 2. specific psychotherapeutic interventions (well-defined and theory-driven); and 3. unspecific control interventions/obligatory use (e.g. community treatments, clinical management, general management, general psychiatric management; Links 2015). Unspecific controls include conditions where a patient is free to use any treatment (except the comparison treatment), or to use no treatment at all. Unspecific controls at point 3 (above) include treatments that patients need to utilise, be it a very closely defined single intervention or participation in a broad clinical management programme. We will allow concomitant treatments providing they are applied to both treatment conditions. We will also accept trials on relaxation techniques, such as autogenic training or meditation regimens; and patient education programmes, such as self-management and community-based education programs.
Types of outcome measures
Outcomes can either be self-rated by patients or observer-rated by clinicians. We will include only adequately validated measures (plus spontaneous reporting of adverse events). We will analyse all outcomes at post-treatment and at six months' follow-up or longer.
Primary outcomes each group.
11. Adverse effects, as measured by use of standardised psychometric rating scales such as the Systematic Assessment for Treatment Emergent Events (SAFTEE; Levine 1986), laboratory values or spontaneous reporting. We define adverse events as unfavourable outcomes that occur during or after psychotherapy but are not necessarily caused by it (see Chapter 14 in the Cochrane Handbook for Systematic Reviews of Interventions; Loke 2011). We will divide any reported adverse events into severe and non-severe, according to the International Committee of Harmonization guidelines (ICH 1996) . Serious adverse events are defined as any event that leads to death, is life-threatening, requires inpatient hospitalisation or prolongation of existing hospitalisation, results in persistent or significant disability, and any important medical event that may have jeopardised the participant's health or requires intervention to prevent it. All other adverse events will be considered non-serious.
Search methods for identification of studies Electronic searches
We will search the electronic databases and trials registers listed below. The search strategy for MEDLINE is in Appendix 1 and we will modify it for other databases using the appropriate syntax and controlled terms. We will not limit our searches by language, year of publication, or type of publication. We will seek translation of the relevant sections of non-English language articles.
Searching other resources
We will handsearch relevant journals, including: the Journal of Personality Disorders; the American Journal of Psychiatry; JAMA Psychiatry; British Journal of Psychiatry; ACTA Psychiatrica Scandinavica; Journal of the American Academy of Child and Adolescent Psychiatry; Personality Disorders: Theory, Research and Treatment; and the Journal of Clinical Psychiatry. Additionally, we will contact researchers working in the field by email to ask for unpublished data. We will also check abstracts of key conferences for BPD (congresses of the European and the International Society for the Study of Personality Disorders; ESSPD and ISSPD respectively) and will ask for any relevant unpublished data. We will trace cross-references from relevant literature.
Data collection and analysis
We will conduct this review according to the guidelines set out in the Cochrane Handbook for Systematic Reviews of Interventions (Higgins 2011a), and perform analyses using the latest version of Review Manager 5 (RevMan 5), Cochrane's statistical software (Review Manager 2014).
Selection of studies
Six review authors (OJS, JMSW, BAV, JTM, MLK, SSN) will work in three pairs and independently screen titles and abstracts of all records retrieved by the searches; we will resolve uncertainty or disagreement by consensus. For records that could be eligible RCTs, we will obtain the full-text report and assess it for eligibility based on the inclusion criteria (see Criteria for considering studies for this review). The review authors will discuss disagreements, and if they cannot reach an agreement, they will consult a third review author (KL or ES). We will list apparently relevant RCTs that do not fulfil the inclusion criteria with reasons for exclusion in the 'Characteristics of excluded studies' tables. We will use Covidence software to keep track of appraised trials and decisions. To ensure transparency of study selection, we will provide flow charts according to the QUOROM statement, showing how many records have been excluded for a certain reason (Moher 1999).
Data extraction and management
All review authors will extract data. The review authors will work in pairs and will complete the data collection form independently to ensure accuracy. We will resolve disagreements by discussion or by using an arbiter (ES) if required. OJS and JMSW will enter data into RevMan 5 (Review Manager 2014). In those cases where there are not enough data or data are unclear in the published trial reports, we will contact the study authors, requesting them to supply the missing information. We will develop data extraction forms to facilitate standardisation of data extraction.
Assessment of risk of bias in included studies
All review authors will assess the risk of bias in each included study using Cochrane's tool for assessing risk of bias (Higgins 2017). Data extractors will independently assign each trial to one of three categories (low risk of bias, unclear (uncertain) risk of bias or high risk of bias), according to guidelines provided in the Cochrane Handbook for Systematic Reviews of Interventions (Higgins 2017). We will consider trials with one or more unclear or high risk of bias domains as trials at high risk of bias overall and will define trials that have a low risk of bias in all domains to be at low risk of bias overall. Given the risk of overestimating beneficial intervention effects and underestimating harmful intervention effects in RCTs with unclear or inadequate methodological quality (Kjaergard 2001; Lundh 2012; Moher 1998; Savovi 2012a; Savovi 2012b; Schulz 1995; Wood 2008 ), we will also assess the influence of risk of bias on our results (see Sensitivity analysis). We will call upon a third review author (ES) to resolve any ongoing disagreements, if necessary. Considering bias due to lack of blinding is undoubtedly of importance, but it remains unclear how to best deal with this issue in research practice (Boutron 2008). We have decided not to judge the likelihood of detection bias due to inadequate blinding of patients and personnel, because it is almost impossible to blind therapists and patients in psychological therapy outcome research. We will, however, assess the likelihood of detection bias due to inadequate blinding of outcome assessors. In accordance with Cochrane's guidelines (Higgins 2017), we have included other potential sources of bias as a final bias component. Here, we will include the likelihood of performance bias due to inadequate treatment adherence, the likelihood of bias due to different amounts of attention given to the treatment groups (attention bias), and other potential sources of bias. The risk of bias components and the criteria for assigning judgements of low, unclear or high risk of bias are shown in Appendix 4.
Measures of treatment effect
Continuous data
For continuous data, we will compare the mean score between the two groups to give a mean difference (MD) and present this with 95% confidence intervals (CIs). We will use the overall MD, where possible, to compare the outcome measures from trials. We will estimate the standardised MD (SMD) where different outcome measures are used to measure the same construct in the trials. We will calculate SMDs on the basis of post-treatment results and, in separate analyses, follow-up data. We will bundle follow-up data in six-month steps. Where the direction of a scale is opposite to most of the other scales, we will multiply the corresponding mean values by −1 to ensure adjusted values. If the trials do not report means and standard deviations but report other values like t-tests and P values, we will try to transform these into standard deviations.
Dichotomous data
We will summarise dichotomous data as risk ratios (RR) with 95% CIs. We will calculate the risk difference (RD) and the number needed to treat for an additional beneficial outcome (NNTB) or for an additional harmful outcome (NNTH) if there is a significant effect of the intervention.
Unit of analysis issues Repeated observations
We will calculate study estimates on the basis of post-treatment group results. We will conduct separate analyses for data from different points of measurement (i.e. post-treatment, follow-up data of six-months' intervals, where we will use the last measurement within these intervals). We will not use interim observations.
Cross-over trials
We plan to include data from randomised cross-over studies up to the point of first cross-over (first period only) (Curtin 2002). We will not consider outcomes from subsequent periods due to the likelihood of carry-over effects from the preceding treatment(s). We will not combine repeated participant observations in one meta-analysis.
Cluster-randomised trials
Where trials have used cluster randomisation, we anticipate that investigators will have presented their results after appropriately controlling for clustering effects (robust standard errors or hierarchical linear models). If it is unclear whether a cluster-randomised trial has used appropriate controls for clustering, we will contact the investigators for further information. Where appropriate controls have not been used, we will request and reanalyse individual participant data using multilevel models that control for clustering. Following this, we will analyse effect sizes and standard errors in RevMan 5 (Review Manager 2014) , using the generic inverse method (Higgins 2011b). If there is insufficient information to control for clustering, we will enter outcome data into RevMan 5 using individuals as the units of analysis (Review Manager 2014), and then conduct a sensitivity analysis to assess the potential biasing effects of inadequately controlled cluster-randomised trials (Donner 2002); see Sensitivity analysis. If individual participant data are not available, we will look for information on intraclass correlation coefficients to adjust for the potential clustering effects.
Adjustment for multiplicity
We will adjust the P values and CIs for multiplicity due to the many secondary outcome comparisons following the method described by Jakobsen 2014.
Dealing with missing data
We will try to obtain any missing data, including incomplete outcome data, by contacting trial authors. We will report this information in the 'Risk of bias' tables. We will evaluate the methods used to handle the missing data in the publications and to what extent it was likely that the missing data influenced the results of outcomes of interest. We will calculate effect sizes on the basis of ITT data, it that is possible. If only available case analysis data are reported, we will calculate effect sizes on this basis. Where dichotomous data are not presented on the basis of ITT data, we will add the number of participants lost in each group to the participants with unfavourable results, acting on the assumption that most patients with BPD do not get lost at random. For continuous outcomes, we will discuss each trial's methodology for dealing with missing continuous data (e.g. last observation carried forward or modified intention-to-treat approach). We will use per protocol analysis, as available from the trial reports (that is, results are based on the number of patients at follow-up). If data are not reported in an immediately usable way and require processing before being analysed, we will consult a statistician. We will assess results derived from statistically processed data in sensitivity analyses. See Sensitivity analysis.
Assessment of heterogeneity
We will assess studies for clinical homogeneity with respect to type of therapy, therapy setting and control group. We will evaluate the methodological heterogeneity by comparing the design of trials. For any studies judged as homogeneous and adequate for pooling, we will investigate statistical heterogeneity by both visual inspection of the graphs and the I² statistic (Higgins 2003). We will judge I² values between 0% and 40% to indicate little heterogeneity, between 30% and 60% to indicate moderate heterogeneity, between 50% and 90% to indicate substantial heterogeneity, and between 75% and 100% to indicate considerable heterogeneity (Deeks 2017). We will also assess statistical heterogeneity using the Chi² test (P < 0.10) and report tau² an estimate of betweenstudy variance. We intend to carry out meta-analyses even if there is substantial concern about heterogeneity, but we will interpret the results with caution, and discuss possible reasons and investigate them by conducting subgroup analyses. See Subgroup analysis and investigation of heterogeneity.
Assessment of reporting biases
We will provide funnel plots for comparisons with sufficient primary studies and we will perform Egger's statistical test for smallstudy effects (Egger 1997). We will only use funnel plots if there are 10 or more studies in the meta-analysis, as recommended in the Cochrane Handbook for Systematic Reviews of Interventions (Sterne 2017) .
Data synthesis
We will perform statistical analysis according to recommendations in the latest version of the Cochrane Handbook for Systematic Reviews of Interventions (Deeks 2017) . In carrying out the meta-analysis, we will use the inverse-variance method, to give more weight to more precise estimates from studies with less variance (mostly larger studies). This minimises the imprecision of the pooled effect estimate, and it is a common and simple approach to conducting a meta-analysis (Deeks 2017). We will divide the doses and the controls into different comparisons, ensuring that the treatment comparisons will be comparable and homogeneous. We will use the random-effects model for meta-analysis, since we expect some degree of clinical heterogeneity to be present in most cases, though not too substantial to prevent pooling in principle. For trials with a high level of statistical heterogeneity, and where the amount of clinical heterogeneity makes it inappropriate to use these trials in meta-analyses, we will provide a narrative description of the trial results. If data pooling seems feasible, we will pool the primary studies' effects and calculate their 95% CIs. If a trial provides more than one measure for the same outcome construct (e.g. several questionnaires for the assessment of depression), we will select the one used most often in the whole pool of included studies for effect size calculation, in order to minimise heterogeneity of outcomes in form and content. If a study reports data of two assessment instruments that are equally frequently used, two review authors will discuss the issue and choose the one which is, in its content, most appropriate for assessing BPD patients. We would prefer to use observer-rated measures as the primary analysis. Considering the various types of interventions identified by the previous version of this review (Stoffers-Winterling 2012), we will arrange the results according to classes of interventions, defined as follows.
1. Individual psychotherapy 2. Group psychotherapy 3. Family therapy 4. Any combination of individual, family or group psychotherapy Psychotherapy will be defined as "treatment of mental illness or emotional disturbances primarily by verbal or nonverbal communication" (NLM 2009).
Subgroup analysis and investigation of heterogeneity
We will conduct a subgroup analysis to make hypotheses about the subgroups mentioned below.
1. Therapeutic schools (e.g. CBT, psychodynamic, psychoeducation)
2. Age (15 to under 18 years of age, 18 to 50 years of age, above 50 years of age) 3. Sex (male versus female) 4. Comorbidity (patients with comorbidity versus patients without comorbidity) 5. Treatment intensity (once a week compared to more than once a week) 6. Duration (less than 6 months, 6 to 12 months and over 12 months)
7. Mode of therapy (individual compared to group therapy; mixed therapy (i.e. a combination of individual and group therapy, or a therapy not akin to individual or group therapy, e.g. family therapy) compared to individual therapy; and mixed therapy compared to group therapy 8. Setting (outpatient compared to inpatient) 9. Concurrent-drug interventions (trials with concurrent-drug interventions compared to those without)
Heterogeneity-adjusted required information size and Trial Sequential Analysis
Trial Sequential Analysis (TSA) is a methodology that combines a required information size (RIS) calculation for a meta-analysis with the threshold for statistical significance (Brok 2008; Brok 2009; Thorlund 2009; Wetterslev 2008) . TSA is a tool for quantifying the statistical reliability of the data in a cumulative metaanalysis, adjusting P values for sparse data and for repetitive testing on accumulating data (Brok 2008; Brok 2009; Thorlund 2009; Wetterslev 2008) . Comparable to the a priori sample size estimation in a single randomised trial, a meta-analysis should include an RIS calculation at least as large as the sample size of an adequately powered single trial to reduce the risk of random error. TSA calculates the RIS in a meta-analysis and provides an alpha-spending boundary to adjust the significance level for sparse data and repetitive testing on accumulating data (CTU 2011; Wetterslev 2008) ; hence the risk of random error can be assessed. Multiple analysis of accumulating data when new trials emerge leads to repeated significant testing and hence introduces multiplicity. Thus use of a conventional P value is prone to exacerbate the risk of random error (Berkey 1996; Lau 1995) . Meta-analyses not reaching the RIS are analysed with trial sequential alpha-spending monitoring boundaries analogous to interim monitoring boundaries in a single trial (Wetterslev 2008) . This approach will be crucial in coming updates of the review. We will calculate an RIS on all outcomes in the review. If a TSA does not reveal significant findings (no crossing of the alpha-spending boundary and no crossing of the conventional boundary of P = 0.05) before the RIS has been reached, then the conclusion should either be that more trials are needed to reject or accept an intervention effect that was used for calculation of the required sample size or -in case the cumulated Z-curve enters the futility area -the anticipated effect can be rejected. We will calculate the a priori diversity-adjusted required information size (that is, the number of patients required to detect or reject a specific intervention effect in the meta-analysis), and perform a TSA for the primary outcomes based on the following a priori assumptions.
1. The standard deviation of the primary outcome is 1.0 2. An anticipated intervention effect equal to Hedge's g of 0.5 3. A maximum type I error of 5% (alpha) 4. A maximum type II error of 20% (beta; equal to a minimum 80% power) 5. A priori anticipated 50% diversity (Brok 2008; Brok 2009; Thorlund 2009; Wetterslev 2008; Wetterslev 2009 ). We will also calculate a post hoc, low bias, risk diversity-adjusted required information size (that is, the number of patients required to detect or reject a specific intervention effect in the meta-analysis), and perform a TSA for the primary outcomes based on the following estimated assumptions.
1. The standard deviation of the primary outcome in patients in the control group of trials with low risk of bias 2. The estimated intervention effect in trials with low risk of bias 3. A maximum type I error of 5% (alpha) 4. A maximum type II error of 20% (beta; equal to a minimum 80% power)
5. The estimated diversity in the trials included in the metaanalysis (Brok 2008; Brok 2009; Thorlund 2009; Wetterslev 2008) 
'Summary of findings' tables
We will use the GRADE approach to construct a 'Summary of findings' table in which to document all review outcomes. The GRADE approach appraises the quality of a body of evidence based on the extent to which one can be confident that an estimate of effect or association reflects the item being assessed. Considerations are due to: within-trial risk of bias; directness of the evidence; heterogeneity of the data; precision of effect estimates; and risk of publication bias (Andrews 2013a; Andrews 2013b; Balshem 2011; Brunetti 2013; Guyatt 2011a; Guyatt 2011b; Guyatt 2011c; Guyatt 2011d; Guyatt 2011e; Guyatt 2011f; Guyatt 2011g; Guyatt 2011h; Guyatt 2013a; Guyatt 2013b; Guyatt 2013c; Mustafa 2013) . When possible, we will use the MD or the RR, and we will use Trial Sequential Analysis (TSA) to rate the imprecision (Jakobsen 2014). We will report the four primary outcomes (BPD severity, self-harm, suicide-related outcomes and functioning) and the three secondary outcomes (interpersonal problems, attrition, and adverse events) in a 'Summary of findings' table for the main comparison (Atkins 2004).
Sensitivity analysis
We will assess the impact of heterogeneity on the overall pooled effect estimate by removing studies ('outliers') that are contributing to the heterogeneity. We will remove outliers one by one and assess the impact on the overall outcome.
We will conduct sensitivity analyses to determine whether findings are sensitive to the following.
1. Decisions made during the review process (our assessment of the level of clinical heterogeneity) 2. Impact of bias (studies with low and high risk of bias) 3. Type of model used for analysis (repeating the analysis using the fixed-effect model to test the robustness of the results) 4. Type of data collection (for example, different ways to measure depression) 5. Imputed data (comparing analyses with available outcome data with those using an intention-to-treat (ITT) approach) 
A C K N O W L E D G E M E N T S
